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KIDNEY  L 


What  means  have  we  at  present  to  determine  that  a  patient  has  some 
chronic  disease  of  the  kidneys? 

What  is  the  relative  value  of  these  agents,  and  how  far  can  they  be 
depended  upon  in  the  diagnosis  of  individual  cases  ? 

These  are  questions  that  are  certainly  very  important  to  every  one 
who,  in  any  way,  bears  relation  to  these  diseased  conditions,  and  should 
be  answered  as  far  as  it  may  be  possible  for  us  to  answer  them. 

Let  us  first  look  at  the  relative  value  of  albumin  in  the  urine  as  a 
diagnostic  sign  of  disease.  At  one  time  the  discovery  of  albumin  in  this 
excretion  was  considered  an  almost  fatal  omen,  but  now  the  area  of  its 
deadly  significance  has  been  so  circumscribed  in  many  particulars,  that 
it  no  longer  is  pathognomonic  of  even  a  serious  lesion  of  the  kidneys. 
Indeed,  we  are  now  looking  upon  this  excrementitious  product  in  two 
widely  different  ways,  as  physiological  and  pathological.  So  far  as  we 
now  know,  a  certain  small  quantity  of  albumin  in  the  urine  is  not  in¬ 
compatible  with  health,  even  though  it  occurs  at  frequent  intervals  for 
a  long  period  of  time.  Generally,  it  is  true  that  this  so-called  physiolog¬ 
ical  product  is  the  result  of  abnormal  physical  conditions;  as,  for  exam¬ 
ple,  the  consequence  of  severe  bodily  exercise  or  undue  mental  strain. 
Persons  passing  such  small  quantities  of  albumin  for  months,  or  even 
years,  have  had  a  sudden  cessation  of  this  excretion  and  have  never  more 
been  so  disturbed,  and,  consequently,  it  could  not  have  been  the  result  of 
serious  kidney  lesions.  The  fact,  however,  that  these  small  quantities  of 
albumin  occur  often  in  other  well-recognized  pathological  conditions  in 
parts  remote  from  the  kidneys,  is  very  significant,  and  points,  if  in  any 
direction,  toward  a  common  pathological  condition  involving  large  areas 
of  the  body.  When  the  facts  are  all  in,  we  need  not  be  surprised  if  this 
so-called  physiological  albumin  is  a  factor  in  the  early  diagnosis  of 
widely  diffused  pathological  changes,  which  occur  in  common  with 
kid  ney  lesions  in  the  initial  stage.  Our  knowledge,  as  yet,  is  too  meagre 
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however,  to  affirm  this  conjecture,  and  we  must  at  present  regard  this 
excretion  in  the  light  of  suspicion  without  attaching  much  importance 
to  its  diagnostic  value. 

Pathological  albumin,  on  the  other  hand,  has  received  too  much  credit 
as  a  guide  to  structural  renal  diseases,  and  within  the  last  few  years 
has  lost  its  former  dread  and  cannot  longer  be  considered  as  pathogno¬ 
monic  of  kidney  lesions.  That  it  occurs  often  in  these  diseases  cannot  but 
be  affirmed  by  all  careful  observers;  still  the  cases  are  quite  numerous 
that  either  do  not  present  this  diagnostic  sign  at  all  during  the  course  of 
the  disease,  or  fail  to  do  so  at  longer  or  shorter  intervals  during  the  pro¬ 
gress  of  very  destructive  changes  in  these  organs.  Post-mortems  have 
developed  the  fact  that  many  persons  have  died  from  evident  kidney 
diseases  without  the  fact  becoming  apparent  by  careful  examinations  of 
the  urine  for  albumin  at  frequent  intervals.  Again,  albumin  is  found  in 
the  urine  in  large  amounts  without  necessarily  emanating  from  diseased 
kidneys,  such  as  is  caused  by  the  hydrostatic  variation  in  these  organs 
incident  to  cardiac  or  lung  lesions,  pressure  of  tumors,  or  from  irritation 
in  the  central  nervous  system.  Albumin  may  also  occur  as  the  result  of 
systemic  disturbances,  such  as  the  infectious  fevers,  and  may  pass  away 
with  the  general  convalescence,  or  may  remain  as  an  evidence  of  a  per¬ 
manent  lesion.  Some  local  disorders  involving  the  urethra,  bladder,  or 
ureters,  furnish  often  abundant  evidence,  if  not  recognized,  of  serious 
destruction  of  the  kidneys, — as  gonorrhoea,  cystitis,  and  other  inflamma¬ 
tory  diseases. 

In  well-marked  Bright’s  disease,  albumin  generally  is  found  sometime 
during  its  course,  yet  the  variation  of  this  product  makes  diagnosis  often 
uncertain,  if  this  were  the  only  means  at  our  command.  This  albumin 
varies  from  day  to  day,  being  great  at  times  and  almost  absent  at  others; 
occurring  in  the  morning  urine  and  not  in  the  evening,  or  the  reverse 
may  be  true.  It  may  be  found  in  some  varieties  of  Bright’s  disease,  and 
scarcely  if  ever  in  other  forms  of  this  malady.  The  albumin  most  sought 
in  these  tests  is  common  to  all  the  cases  included  under  chronic  Bright’s 
disease,  and  is  also  common  to  the  acute  forms  of  the  same,  and  cannot 
therefore  be  held  as  a  definite  diagnostic  sign  of  any  of  these  diseases,  or 
as  an  unvarying  factor  in  differentiation. 

As  Bright’s  disease  is,  according  to  my  belief,  the  result  of  constitu¬ 
tional  disturbances  which  involve  at  first  nutrition  and  thereby  the  gen¬ 
eral  integrity  of  the  tissues  and  consequently  of  the  kidneys,  it  is  evident 
that  by  the  time  albumin  makes  its  appearance  in  the  urine  the  disease 
has,  in  all  chronic  forms,  gone  on  for  some  time,  and  while  we  must 
acknowledge  the  importance  of  albumin  in  the  urine  at  this  time  as  quite 
conclusive,  with  the  exceptions  noted,  still  at  this  stage  many  of  such 
patients  die  after  a  series  of  explosions,  which  intervene  at  longer  or 
shorter  intervals,  and  consequently  the  knowledge  so  gained  is  of  very 
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little  value  to  the  patient,  however  interesting  it  may  be  to  the  scientific 
physician. 

If  we  look  for  casts,  in  our  effort  to  evade  a  fatal  malady,  we  find  that 
we  are  in  equally  as  great  a  dilemma,  since  casts  are  the  consequence  of 
the  uncertain  conditions  already  referred  to,  with  additional  uncertain- 
%  ties.  Casts  may  he  found  very  abundant  in  the  beginning  of  serious 
lesions  of  the  kidneys,  or  very  few  in  number.  They  may  be  absent 
altogether.  If  casts  are  found,  albumin  has  already  appeared  in  the 
urine  and  given  its  warning,  and  consequently  casts  must  rank  second  as 
evidence  in  the  early  diagnosis  of  chronic  kidney  lesions.  The  character 
of  the  cast  often,  no  doubt,  enables  us  to  differentiate  between  the  varie¬ 
ties  of  chronic  Bright’s  disease,  and  may  give  knowledge  also  of  the 
length  of  time  the  inflammatory  conditions  have  existed,  all  of  which 
again  profits  the  patient  but  very  little.  We  have  in  all  cases  to  deal 
with  a  chronic  inflammation  which  is  diffuse,  and  while  it  involves  dif¬ 
ferent  tissues  in  the  beginning,  and  has  often  a  different  history,  still  very 
soon  enough  of  the  kidney  structure  is  involved  or  encroached  upon  to 
produce  in  all  cases  the  same  clinical  results,  and  so  far  as  the  early  dif¬ 
ferentiation  of  these  varieties  is  concerned,  it  is  of  scientific  value  rather 
than  an  aid  in  our  present  need. 

Several  papers  have  been  written  during  the  past  two  years  in  sup¬ 
port  of  the  specific  gravity  of  the  urine  as  a  diagnostic  sign  of  chronic 
kidney  lesions,  and  some  notion  akin  to  this  has  crept  into  books 
bearing  the  names  of  prominent  authors.  The  specific  gravity  of  the 
urine  could  mean  nothing  more  than  the  relative  measure  of  all  the 
elements  held  in  solution.  Therefore,  if  a  urine  was  of  relatively  low 
specific  gravity,  it  might  mean  that  the  quantity  of  water  passed  was 
very  great,  or  that  the  products  held  in  solution  were  few.  These  pro¬ 
ducts  might  bear  almost  any  relation  to  each  other ;  that  is,  the  urine 
might  be  loaded  with  phosphates  and  be  relatively  quite  heavy,  while  the 
quantity  of  urea,  carbonate  of  ammonium,  uric  acid,  and  other  suspended 
salts  might  be  very  small  in  amount.  If  it  be  true  that  the  specific 
gravity  bears  any  relation  to  diseased  kidneys,  it  must  be  the  mean  spe¬ 
cific  gravity  of  many  often-repeated  examinations  of  known  quantities 
of  urine  for  given  times,  as  it  would  then  indicate  something  of  a  measure 
of  the  total  toxicity  of  the  salts  held  in  the  blood,  or  the  permeability  of 
the  kidneys.  My  experience  has  been  that  urine  passed  by  patients  with 
evident  kidney  lesions  is  frequently  of  relatively  high  specific  gravity, 
due  generally  to  lai’ge  quantities  of  the  phosphates,  or  carbonates,  or  both. 
If  often-repeated  examinations  of  urine  from  the  same  patient  should 
show,  however,  a  constantly  low  specific  gravity  for  normal  quantities  of 
urine,  it  would  then  point  to  some  disturbance  in  the  excretory  organs^ 
or  that  some  one  or  more  of  the  salts  were  not  produced  in  normal  quan¬ 
tities  in  the  blood.  Since,  however,  urea — if  not  the  only  product  excreted 
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having  toxic  influence — is  diminished  in  cases  of  serious  lesions  of  these 
organs,  and  generally  is  the  dominant  salt,  it  would  be  fair  to  state,  that 
all  other  products  being  excreted  in  their  normal  quantities,  the  urine 
would  have  a  more  or  less  relatively  low  specific  gravity  when  compared 
with  the  known  daily  quantity  of  urine  excreted.  The  specific  gravity 
without  this  knowledge  would  be  of  little,  if  any,  value  in  the  diagnosis 
of  such  lesions.  And  none  of  the  writers,  so  far  as  I  am  aware,  have 
taken  these  conditions  into  consideration. 

No  diagnosis  of  these  lesions  can  be  complete  without  a  perfect  knowl¬ 
edge  of  the  outward  symptoms  of  the  patient,  and  the  value  of  any  other 
knowledge  must  depend  upon  a  constant  relation  which  is  found  to  exist 
between  these  physical  conditions  of  ill  health  and  the  defect  in  excretion. 
If  it  were  possible,  in  other  words,  for  a  patient  to  pass  albumin  and 
casts  for  years  and  no  signs  of  ill  health  intervene,  it  would  go  far  to 
disprove  the  value  of  these  as  a  diagnostic  sign  of  pathological  condi¬ 
tions  in  that  individual,  and  if  this  were  the  rule  no  importance  could 
be  attached  to  their  excretion  in  the  urine.  It  is  fortunate,  therefore, 
that  during  the  time,  at  least,  that  these  products  are  being  thrown  out, 
the  patient  has  well-marked  symptoms  of  ill  health.  It  is  still  more  for¬ 
tunate  that  these  outward  manifestations  of  disease  are  the  first  presented, 
and  are  more  or  less  constant,  not  only  in  the  individual,  but  for  the 
whole  group  so  passing  albumin  and  casts.  While  there  are  occasional 
exceptions  to  this  rule  that  make  differential  diagnosis  difficult  in  the 
beginning,  still  there  is  such  a  constant  association  as  to  be  in  great 
part  relied  upon  at  this  stage  of  the  disease.  These  symptoms  are  dys¬ 
pnoea,  vertigo,  blindness,  nausea,  vomiting,  swelling  of  extremities  or  face, 
twitching  of  any  or  all  muscles,  a  feeling  of  being  constantly  tired  with¬ 
out  exertion,  pain  in  intercostal  region  or  extremities,  headache,  smart¬ 
ing  pain  on  passing  water,  with  frequent  desire  to  urinate,  a  constant 
tendency  to  inflammations  of  serous  membranes,  with  frequent  evidence 
of  some  form  of  these  inflammatory  results  upon  careful  physical  examina¬ 
tion.  All  of  these  symptoms  go  to  make  a  picture  of  typical  cases  of  per¬ 
sons  suffering  from  these  lesions,  yet  the  presence  of  two  or  more  constant 
symptoms,  if  accompanied  with  albumin  and  casts,  will  complete  with 
accuracy  the  diagnosis  of  the  case.  The  association,  therefore,  of  these 
external  evidences  constantly  with  the  excreted  evidence,  leads  us  to 
know  to  a  reasonable  certainty  that  one  group  being  found  in  such  well- 
marked  cases,  the  other  is  sure  also  to  be  present.  In  milder  cases,  how¬ 
ever,  the  excretory  evidence  is  not  always  found,  still  these  patients  are 
suffering  with  evident  diagnostic  signs  of  diseased  kidneys,  and  faithful 
examinations  for  a  long  time  will  generally  be  rewarded  by  this  addi¬ 
tional  confirmatory  evidence.  At  this  stage,  however,  many  of  our 
patients  die,  and  it  seems  sad  indeed  that  so  much  effort  has  been  ex¬ 
pended  without  a  greater  benefit  accruing  to  the  sufferer. 
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It  was  at  this  point  that  more  than  five  years  ago  I  began  to  inquire 
why  it  was  that  patients  answering  in  many  respects  those  with  marked 
kidney  lesions,  did  not  confirm  this  diagnosis  by  also  passing  albumin 
and  casts,  and  what  was  the  diagnostic  sign  that  should  bind  these  two 
groups  of  patients  in  one  common  class. 

Authorities  at  this  time  stated  that  excess  of  urea  was  found  in  the 
blood  of  patients  dying  from  these  lesions,  and  that  a  lessened  quantity 
was  daily  excreted  in  cases  having  the  additional  evidence  of  albumin 
and  casts,  and  yet  no  careful  records,  so  far  as  I  know,  had  been  made 
of  the  pathological  variations  of  urea  for  definite  quantities  of  urine  for 
twenty-four  hours,  and  extended  at  frequent  intervals  for  months  and 
years,  for  this  class  of  patients.  Authorities  even  now  put  no  especial 
stress  on  the  amount  of  urea  as  a  diagnostic  sign  of  chronic  kidney 
lesions.  In  reviewing  my  records  of  cases  for  these  years,  I  find  that 
not  a  case  appears  in  which  other  evidence,  as  albumin  and  casts,  was 
present,  that  has  not  shown  a  constantly  diminished  average  quantity 
of  urea  excreted  in  twenty-four  hours,  and  I  now  regard  this  evidence 
as  constant,  whereas  the  others  are  variable. 

Diminished  quantities  of  urea  excreted  for  twenty-four  hours  and  con¬ 
tinued  for  some  months,  in  persons  otherwise  healthy  and  living  on  a 
mixed  diet,  can  be  taken  as  pathognomonic  of  kidney  lesions,  and  this 
condition  may  exist  in  individuals  giving  no  other  evidence  in  the  urine 
of  such  disease.  After  months  of  careful  and  painstaking  efforts  we  may 
have  our  curiosity  gratified  by  finding  that  the  patient  passes  albumin 
or  casts  for  the  first  time.  If  several  such  patients  have  followed  the 
same  doleful  road  and  we  have  found  albumin  at  frequent  intervals  in 
pathological  quantities,  and  after  their  deaths  have  made  post-mortems 
that  demonstrated  chronic  nephritis,  we  can  then  say,  we  think  with 
great  force,  that  this  pathognomonic  evidence  that  exists  together  with 
albumin  is  also  the  evidence  of  serious  conditions  that  precede  these 
fatal  cases.  If,  now,  these  patients  who  do  not  pass  albumin  or  casts  have 
other  pronounced  symptoms,  such  as  vertigo,  nausea,  general  weakness, 
oedema,  as  in  well-marked  cases,  with  absence  of  all  other  signs  of  disease, 
after  careful  examination,  we  would  have  the  right  to  affirm  that  there 
was  a  very  intimate  relation  between  these  two  classes  of  patients,  if  they 
are  not  indeed,  in  other  respects  identical.  I  am  as  certain  as  I  can  be 
of  anything,  after  careful  study  and  something  over  a  thousand  exami¬ 
nations,  that  this  relation  does  exist,  as  I  have  verified  it  many  times 
among  these  patients ;  having  had  patients  after  two  or  three  years, 
with  all  outward  evidences  of  these  lesions,  suddenly  begin  passing  albu¬ 
min  and  casts  and  finally  die  of  what  a  post-mortem  showed  to  be  chronic 
nephritis. 

I  do  not  know  whether  urea  is  the  only  irritating  agent  in  these  cases, 
and  that  creatin  or  creatinine  be  the  form  in  which  it  finally  produces 


6  BOND,  DIAGNOSIS  OF  CHRONIC  KIDNEY  LESIONS. 

its  injurious  results,  or  whether  it  is  simply  the  expression  of  a  constitu¬ 
tional  disease  which  is  in  common  with  the  kidney  lesions.  What  I  do 
know  is,  that  there  is  always  a  relation  existing,  as  shown  by  clinical 
observation  and  careful  tests,  between  small  eliminated  quantities  of  urea 
and  the  general  ill  feeling  of  the  patient,  and  that  this  same  relation 
holds  equally  good  whether  patients  are  now  passing  albumin  and  casts 
or  whether  they  are  free  from  this  symptom,  and  that  the  only  thing 
needful  in  urinary  tests  is  a  record  of  these  diminished  quantities  of  urea 
for  twenty-four  hours,  for  long  periods  of  time,  together  with  the 
symptoms.  It  is  very  remarkable  that  these  two  factors,  i.  e.,  the 
symptoms  and  the  knowledge  of  urea,  should  be  interchangeable,  i.  e.,  if 
a  patient  passes  constantly  small  quantities  of  urea,  living  on  a  mixed 
diet  and  otherwise  healthy,  we  can  predict  with  certainty  that  such 
patient  will  complain  of  some  of  the  prominent  symptoms  before  referred 
to  in  this  paper,  as  belonging  to  chronic  lesions  of  the  kidneys,  even 
months  and  years,  it  may  be,  before  other  urinary  diagnostic  signs  make 
their  appearance.  So  well  established  do  I  consider  these  deductions, 
that  I  deem  it  no  longer  necessary  when  such  a  patient  presents  himself, 
to  wait  until  albumin  and  casts  are  passed,  to  begin  a  vigorous  line  of 
treatment,  to  try,  if  possible,  to  avert  the  result  that  often  obtains  other¬ 
wise  after  a  longer  or  shorter  time. 

This  brings  me  to  another  and  very  valuable  means  at  our  command 
so  thoroughly  to  circumscribe  this  disease  that  we  know  it  can  be  no 
other ;  and  I  now  refer  to  treatment.  If  there  be  a  doubt  left  concern¬ 
ing  the  diagnosis  of  a  case  passing  constantly  ten  or  twelve  grammes  of 
urea  in  twenty-four  hours,  and  otherwise  healthy,  with  the  accompany¬ 
ing  signs  of  vertigo,  nausea,  general  weakness,  pallor,  and  dyspnoea,  a  few 
doses  of  a  saline  cathartic  will  effectually  dispel  it,  as  the  remedy  has 
never  played  any  important  curative  place  in  anaemia  and  general 
weakness  from  other  causes.  Such  a  patient  after  free  evacuation  of  the 
bowels  will  become  steady,  have  a  better  appetite,  lose  the  dyspnoea,  and 
become  stronger.  If  now  a  diuretic  be  given,  and  the  renal  structure  is 
not  too  much  involved,  the  patient  will  pass  after  a  few  days  an  increased 
quantity  of  urea,  and  just  in  proportion  as  the  urea  increases  will  the 
bad  symptoms  be  ameliorated.  Would  we  treat  patients  with  these 
symptoms  from  other  causes  in  that  way?  What  makes  the  proof  doubly 
strong  is  the  fact  that  many  of  these  patients  have  gone  the  rounds  for 
years  among  doctors  who  have  tried  to  redden  their  lips  with  iron  and 
other  tonics,  but  still  the  same  pallor  existed,  and  because  no  casts  or 
albumin  could  be  found  in  the  urine  at  one  or  two  examinations  they 
put  a  pessary  into  the  vagina,  or  discovered  a  deep  rectal  ulcer.  A 
climacteric  must  be  passed,  or  puberty  was  involved.  The  patient  had 
dyspepsia  or  pernicious  amemia,  that  with  the  burden  of  drugs  grew  no 
better.  What  is  most  gratifying,  is,  that  after  proper  treatment  many 
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of  these  patients,  who  answer  in  all  other  respects  to  well-defined  Bright’s 
disease,  grow  better  and,  according  to  all  tests,  are  apparently  well.  A 
fewr  remain  about  as  when  first  found,  and  a  still  smaller  class  pass  albu¬ 
min  and  casts  and  die  according  to  the  rule  with  such  cases. 

In  papers  read  before  the  Indiana  Medical  Society,  in  1886  and  1887, 
and  again  before  the  Mississippi  Valley  Medical  Society  in  1888,  I 
stated  that  I  believed,  that  from  all  the  evidence  that  I  then  had, 
Bright’s  disease  w’as  not  simply  a  lesion  in  the  kidneys,  but  that  more  or 
less  extensive  areas  were  involved  primarily,  and  that  the  kidney  lesions 
w’ere  simply  a  part  of  this  general  condition.  I  am  glad  to  say  that 
there  is  a  growing  tendency  among  the  profession  to  this  view,  and  when 
all  the  facts  are  in  concerning  these  constitutional  disturbances,  we  will 
know  more  of  other  diagnostic  signs  that  precede  the  more  serious  illness. 
If  it  be  true,  as  I  believe  and  have  advocated  in  these  papers,  that  ex¬ 
tensive  inflammatory  changes  take  place  in  serous  membranes  at  or  be¬ 
fore  the  time  the  kidneys  are  involved,  then  the  evidence  in  other  regions 
of  the  body  would  lead  to  the  conclusion  that  if  the  kidneys  are  not  so 
diseased,  such  a  condition  was  threatening  or  probable,  or  at  least  possi¬ 
ble,  and  wre  should  then  advance  one  more  step  in  the  diagnosis  of  this 
deadly  disease.  It  is  quite  probable  that  some  irritant  or  irritants  first 
appear  in  the  blood  to  affect  nutrition  and  thus  bring  about  these  exten¬ 
sive  changes,  but  I  am  unable  to  affirm  this  conclusion.  What  I  do 
know  is,  that  at  or  preceding  the  time  these  changes  are  taking  place  in 
the  kidneys,  evidence  may  often  be  found  in  other  regions  of  the  body  of 
inflammation  of  serous  membranes,  and  that,  associated  with  these  phe¬ 
nomena,  urea  is  eliminated  during  twTenty-four  hours  in  much  smaller 
quantities  than  in  health. 

I  therefore,  in  conclusion,  present  the  following  synopsis,  which,  so  far 
as  pertains  to  my  efforts  in  these  investigations,  I  submit  for  proof  or 
disproof. 

Albumin  in  the  urine  probably  means  disease  somew’here  in  the  body. 
In  so-called  physiological  quantities  it  probably  may  be  referred  to 
disease  removed  from  the  kidneys,  and  is  as  transient  as  the  cause.  In 
pathological  quantities  it  signifies  either  inflammation  external  to  the 
kidneys  or  a  lesion  of  these  organs.  Many  patients  do  not  pass  albumin 
with  evident  kidney  lesions.  Albumin  is  inconstant  and  bears  no  rela¬ 
tion  to  the  extent  of  the  lesion,  but  when  present  must  be  respected  as  a 
prominent  factor  in  diagnosis.  It  generally  makes  its  appearance  a  long 
time  after  other  well-marked  symptoms  have  existed,  and  the  disease  is 
grave  w’hen  it  exists  in  pathological  quantities  and  should  not  therefore 
be  waited  for. 

Casts  bear  an  intimate  relation  to  albumin,  but  appear  later.  They 
are  strong  proof  of  renal  inflammation,  as  they  carry,  usually,  a  part  of 
its  epithelium.  Differential  diagnosis  of  the  varieties  of  kidney  lesions 
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Table  II. — Patient*  passing  neither  albumin  nor  casts,  but  a  constantly  diminished  average  quantity  of  urea,  who  finally  die. 
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Termination. 

Post-mortem  showed 

endarteritis  of  large 

arteries  with  paren¬ 

chymatous  nephritis. 
No  post-mortem  allow¬ 

ed,  but  died  from  evi¬ 
dent  uraemia. 

No  post-mortem  ;  died 

from  apoplexy  with 
evident  kidney  los’ns. 

Treatment. 

Saline  cathartics, 
pil.  nitro-glycerin, 
sudorifics,  hypnotics. 

Saline  cathartics, 
diuretics,  sudorifics, 
stimulants. 

Digitalis,  cathartics, 
stimulants  at  times. 

Complications. 

Endarteritis ; 
finally  became 
insane. 

No  other  disease 
could  be  detected 

No  other  organic 
lesions  discov¬ 
ered. 

Prominent  symptoms. 

Has  intercostal  pain,  general  weakness,  vertigo, 
blindness,  nausea,  irritable  heart,  dyspnoea, 
swelling  of  extremities. 

Numbness  of  lower  extremities,  vertigo,  gen¬ 
eral  weakness,  pain  in  chest,  headache,  in¬ 
somnia,  twitching  of  muscles. 

General  weakness,  vertigo,  nausea,  dyspnoea, 
symptoms  have  continued  for  several  years. 
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Table  IV.  Patients  who  pass  a  diminished  average  quantity  of  urea  accompanied  occasionally  by  albumin  and  casts,  who  partially 

or  wholly  recover. 
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Table  V. — Patients  who  passed  small  average  quantities  of  urea,  having  the  prominent  symptoms  in  the  other  cases,  ivho,  under  same 

treatment,  recovered. 
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can  often  be  made  from  this'fact,  but  casts,  like  albumin,  are  inconstant, 
many  patients  not  passing  them  at  all,  and  they  always  appear  too  late 
to  be  a  factor  in  early  diagnosis. 

The  specific  gravity  of  the  urine  is  not  to  be  relied  upon  unless  the 
mean  specific  gravity  of  many  specimens  is  taken  of  known  quantities 
of  urine  for  twenty-four  hours.  This  would  mean  a  small  amount  of 
urea  passed  within  this  time,  since  it  is  the  dominant  salt  eliminated  ; 
Therefore,  why  not  test  for  urea  at  once  ? 

Some  outward  manifestations  of  ill  health  always  precede  for  some 
time,  often  years,  the  passing  of  albumin  and  casts.  These  symptoms 
are  in  common  with  well-marked  kidney  lesions  and  are  not  due  to  other 
discoverable  physical  causes.  Cases  often,  without  a  change  in  these 
symptoms  for  years,  begin  passing  albumin  and  casts..  It  is  fair  to 
assume,  therefore,  that  the  symptoms  referred  to  are  the  result  of  some 
common  cause,  which  precedes  the  pronounced  kidney  lesions.  This 
common  cause  seems  to  be  something  which  produces  extensive  and 
often  remote  inflammations  of  serous  membranes,  which  at  the  time,  or 
remotely,  involves  the  kidneys.  What  this  cause  is,  we  can  at  present 
only  conjecture,  but  many  of  its  pathological  effects  might  be  turned  to 
advantage  in  early  diagnosis. 

Urea  is  excreted  in  abnormally  small  quantities  in  cases  of  well- 
marked  kidney  lesions.  It  is  also  so  excreted  in  cases  having  the  prom¬ 
inent  physical  symptoms  without  albumin  and  casts.  It  is  interchange¬ 
able  as  a  means  of  diagnosis  with  the  outward  signs  of  the  disease,  i.  e., 
a  knowledge  of  the  condition  of  ill  health  being  also  a  knowledge  of  the 
amount  of  urea  passed,  and  vice  versa.  Urea  is  excreted  in  small 
quantities  months  and  often  years  before  albumin  and  casts  appear  and 
therefore  a  knowledge  of  this  excretion  is  invaluable  as  a  diagnostic 
sign  of  early  lesions.  The  diminished  quantity  of  urea  eliminated  is  the 
result  of  the  constitutional  disturbances  which  precede  for  long  intervals 
of  time  the  local  lesion.  Active  treatment  which  would  not  be  beneficial 
in  other  diseases  having  some  symptoms  in  common,  identifies  this,  gener¬ 
ally  relieves,  and  frequently  apparently  cures. 

A  brief  reference  to  the  preceding  tables  will  doubtless  make  these 
statements  more  intelligible  and  show  from  what  source  they  are 
derived. 


THE  AMERICAN  JOURNAL 

OF  THE  MEDICAL  SCIENCES. 

M0NTHL£^4X)0  PER  ANNUM. 

^¥^ITH  the  first  issue  Th e  American  Journal  of  the  Medical 

ill  Sciences  enters  uaini^^seventy-firsP^ear,  still  the  leader  of  American  medical 
periodicals.  In  jpLkyig  career  it  has' developed  to  perfection  the  features  of 
usefulness  in  its  department  of  literature,  and  presents  them  in  unrivalled 
attractiveness.  It  is  the  medium  chosen  by  the  leading  minds  of  the  profession  on  both 
sides  of  the  Atlantic  for  the  presentation  of  elaborate  Original  Articles;  its  Reviews  are 
noted  for  discernment  and  absolute  candor,  and  its  Classified  Summaries  of  Progress 
present,  each  month,  an  epitome  of  medical  advances  gleaned  by  specialists  in  the 
various  departments.  According  to  unquestionable  authority,  “  It  contains  many  original 
papers  of  the  highest  value  ;  nearly  all  the  real  criticisms  and  reviews  which  we  possess ; 
and  such  carefully  prepared  summaries  of  the  progress  of  medical  science  and  notices 
of  foreign  works,  that  from  this  file  alone,  were  all  other  publications  of  the  press  for  the 
last  fifty  years  destroyed,  it  would  be  possible  to  reproduce  the  great  majority  of  the  real 
contributions  of  the  world  to  medical  science  during  that  period.” 

Ylje  Medical  NeWs. 

WEEKLY,  $4.0D  PER  ANNUM. 

The  year  1890  witnesses  marked  changes  in  The  Medical  News,  resulting  from 
careful  study  of  the  needs  of  the  American  profession.  Led  by  the  increase  of  fifty  per 
cent,  which  has  appeared  in  the  subscription  list  of  The  American  Journal  since  its 
publication  as  a  monthly  at  a  reduced  rate,  the  publishers  have  reduced  the  price  of 
The  News  from  January  1st,  1890,  to  £4.00.  A  reduction  in  bulk  has  also  been  made, 
but  not  proportionately  to  the  reduction  in  price.  The  mass  of  information  presented, 
however,  is  increased,  as  all  matter  will  be  condensed  to  the  limits  of  clearness.  The 
reader  will  therefore  save,  not  only  in  money,  but  time,  and  will  gain  withal  in  the 
quantity  of  information  secured. 

Several  new  departments  have  been  added.  Under  Clinical  Mc?noranda  are  pre¬ 
sented  very  brief  signed  original  articles.  Therapeutical  Notes  comprise  abstracts  of 
advances  gleaned  from  various  sources.  Correspondence  will  be  regularly  received  from 
qualified  medical  men  who  have  the  best  opportunities  of  knowing  all  of  interest  hap¬ 
pening  in  the  district  surrounding  the  important  centres  where  they  reside.  All  avenues 
of  information  are  thus  made  to  contribute  to  the  knowledge  of  the  readers  of  The  News. 

COMMUTATION  RATE: 

THE  AMERICAN  JOURNAL  and  THE  MEDICAL  NEWS,  $7.50  Per  Annum. 

tfhe  year-Bool^  of  treatment  for  1SQ0 

Gives  a  classified  summary  and  review  of  the  real  advances  in  treatment  made  during 
1889,  in  all  departments  of  the  science  of  medicine.  Price,  $1.25;  or  in  combination 
with  either  or  both  the  above  journals,  75  cents.  Ready  shortly. 

Vhe  JVEedical  fleWs  Visiting  List  for  1SQ0 

Contains  48  pages  of  indispensable  practical  information  and  data  and  176  blank  pages, 
ruled  to  accommodate  all  records  of  practice.  Handsomely  bound  in  red  seal,  £1.25. 
In  combination  with  either  or  both  above  periodicals,  75  cents.  Thumb-letter  Index, 
for  quick  use,  25  cents  extra.  _ _ 
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